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: In 29 of 36 animals the responses were similar to those evident in the above figures. In the remaining seven animals respiratory inhibition was not complete, and in these cases there was merely a decrease in amplitude followed by stimulation.
A significant depressor response, however, consistently occurred. From figure I it is apparent that the manifestation and magnitude of these events are dependent upon the rate of injection, i.e. upon the concentration of the drug arriving at the receptor site. When the fall in arterial blood pressure was opposed by the use of a compensator during the administration of chlorpromazine both the respiratory inhibition and stimulation persisted ( fig. 2 ). In four of six dogs respiratory inhibition was not complete when the compensator was used, however, the degree of inhibition was similar to that observed without the compensator. Occlusion of the common carotid and vertebral arteries during, and for a time after, the injection of chlorpromazine failed to suppress these respiratory responses ( fig. 3 ) in the three animals subjected to this procedure. Denervation of the sinus regions in five animals was observed to be virtually without effect upon the respiratory responses (fig. 4) that the respiratory inhibition is not evident and the respiratory stimulation is much depressed after vagotomy. Also when the circulation to the brain is impaired by occluding the common carotid and vertebral arteries during, and for a time after, the injection of chlorpromazine, the respiratory inhibition and stimulation are still present. It is possible that a small amount of this agent could still reach the brain via spinal arteries; but, if this does occur it is without effect upon the respiratory responses to chlorpromazine, which are the same with and without occlusion. The above evidence indicates that the receptors for these respiratory responses are located either in the thorax or abdomen.
The latter has been excluded by showing that when chlorpromazine was injected into the aorta at the level of the diaphragm the inhibition was no longer present and the stimulation was less pronounced.
The (2) have suggested that the respiratory stimulation following the administration of chlorpromazine may be due to the associated fall in arterial blood pressure. The fact that the fall in pressure occurs at about the same time tends to support this. The results shown in figure 2 , however, do not uphold this opinion as the stimulation is still evident when the fall in arterial blood pressure is buffered.
The respiratory inhibition also persists when the fall in arterial .blood pressure is opposed. Concomitant with the decrease in arterial blood pressure there is a slight rise in central venous pressure, but it is unlikely that this is the cause of the respiratory inhibition as no such response occurs after giving other drugs which affect central venous pressure similarly.
Also, a rise in central venous pressure is reported to be without effect upon respiration (4, 5 
